Role of SelS in lipopolysaccharide-induced inflammatory response in hepatoma HepG2 cells.
To investigate the role of SelS in bacterial lipopolysaccharide (LPS) induced inflammatory response, some parameters in LPS-stimulated HepG2 cells were comparatively studied fore-and-aft SelS silence. LPS induced the decreases of cytoplasmic glutathione peroxidase (GPx-1) mRNA expression and activity, and the increases of reactive oxygen species (ROS) level, intracellular and extracellular nitric oxide (NO) levels, inducible nitric oxide synthase (iNOS) mRNA expression and activity, and serum amyloid A1 (SAA1) mRNA expression and secreted protein level in hepatoma HepG2 cells. When SelS was suppressed by small interfering RNA (siRNA), those decreases and increases were further aggravated under LPS stimulation, respectively. In conclusion, the negative association between SelS and the LPS-induced production of ROS, NO and SAA1 demonstrated that SelS had an important role in influencing inflammatory response, and that role may be related with SelS as a central component of retro-translocation channel in endoplasmic reticulum-associated protein degradation (ERAD) and its anti-oxidative property.